Abstract
Sodium hydroxide (NaOH) is well known for its corrosive properties and its ability to generate heat on contact with water. The respiratory effects of industrial exposure to NaOH have, however, never been reported. A 63 year old man worked daily for 20 years cleaning large industrial jam containers by boiling lye (NaOH) solution without using respiratory protective equipment. Physical examination, chest x ray film, pulmonary function tests, and arterial blood gases were all compatible with severe obstructive airway disease with significant air trapping. It is probable that this massive and prolonged occupational exposure to the corrosive effect of NaOH mists induced irritation and burns to the respiratory system, eventually leading to severe obstructive airway disease.
Sodium hydroxide (NaOH) is a white odourless, non-volatile, deliquescent The effects of occupational exposure to NaOH by inhalation have never been described. Here we report a patient in whom prolonged and massive inhalation of NaOH mists in the workplace apparently resulted in severe obstructive airway disease. Possible mechanisms are discussed.
Case report A 63 year old man worked between 1966 and 1986 cleaning large containers used for cooking jam. The procedure included bringing concentrated lye from a storage area, mixing two buckets of this (15 1 each) with 100 1 water in each jam container, boiling the solution for two hours, and then draining and rinsing the containers thoroughly. The work took place in a room roughly 5 m2 in area where two uncovered containers were placed. Although a hood was installed in the ceiling it was very old and its fan and exhaust pipe often malfunctioned. Two doors and several windows that were supposed to provide some fresh air were not kept open regularly. The patient was careful to use impervious boots, gloves, and gown, but never wore any respirator or mask as these were not provided by the employer. No environmental inspections took place at that time. During the cleaning process the man always experienced tightness of chest, dyspnoea, cough, and eye irritation, which resolved after leaving the exposure area. He did not seek any medical attention until 1986 when he began suffering from a mild exertional dyspnoea and cough. He was then diagnosed, at another hospital, as having severe obstructive airway disease with moderate air trapping. Bronchodilators and inhaled and systemic corticosteroids were given and resulted in minor improvement. Later on that year he broke his right leg and was discharged from work. In 1991 he was referred to our Medical Centre with complaints ofcough and dyspnoea on mild effort without orthopnoea, paroxysmal nocturnal dyspnoea, nocturia, or chest pain. The patient has never smoked, never had asthma, and his medical and family histories are unremarkable. His work before 1966 consisted only of assembling metal spring beds. His residence has been in a non-polluted small town. It is important to note that his coworkers refused to 
